A week after admission a gradual, spontaneous improvement in eye abduction was noted. Several days later, before any treatment (and specifically without steroid treatment), his eye movements were full in all directions, and there was complete resolution of the diplopia. The patient was treated with a standard chemotherapy protocol for adult ALL. An Ommaya reservoir was inserted and intrathecal methotrexate and cytarabine were administered with cranial radiotherapy. The patient is currently in complete remission 12 months after the diagnosis of ALL.
Cranial nerve palsies as the first presentation of lymphoproliferative disorders, although uncommon, have already been reported.' 3 There is a single case report of transient third-nerve palsy in primary meningeal lymphoma. 4 We believe that this is the first description of a patient with a systemic lymphoproliferative disorder, namely ALL, presenting with a spontaneously resolving ocular motor deficit. The cause of the left sixth-nerve palsy in our patient was most probably leukaemic involvement of the left cavernous sinus, as was shown by MRI. The transitory nature of the neurological dysfunction may be due to transient pressure by leukaemic cells on the cranial nerve itself or on the vasa nervorum, with subsequent ischaemia. The exact mechanism of transiency remains obscure, however. To conclude, cranial nerve palsy led to the diagnosis of ALL with minimal systemic clues. Spontaneous remission of a neurological deficit should not mean that an underlying malignancy can be ruled out.
